The androgen insensitivity syndrome (AIS) was studied with consideration of the complexity of mechanisms involved on the intracellular level: testosterone (T) and dihydrotestosterone (DHT) 
INTRODUCTION
The pathogenetic mechanisms, responsible for the development of male pseudohermaphroditism syndromes, are manyfold. When the endocrinological concept of so-called "endorgan defects" had been postulated this hypothesis was also applied to the action of androgens. The respective disease entities, originally denominated according to clinical signs and symptoms, like "hairless women with testes" (Wilkins 1950) or "testicular féminisation" (Morris 1953), were consequently given other names like "androgen resistance syndrome" (Griffin 1980 ) and, with still more exactness, "androgen insensitivity syndrome (AIS)" (Migeon et al. 1979 ). The latter term incorporates explicitly the dysfunction of the peripheral mechanism for the utilisation of androgen hormones, normally providing a correct masculinisation of the external genitalia. The postulated defect(s) of the androgen receptor system could be proved by laboratory methods in the meantime (Keenan et al. 1974 , Amrhein et al. 1976 ). Not only quantitative deficiencies could be shown but also dysfunction in the quality of the receptor, mechanism was found. However, not all aspects of the very complex problem are explained so far (Migeon et al. 1981 ).
The interdependency of the main androgen steroid testosterone ( ), and the "terminal" effective metabolite dihydrotestosterone (DHT) Androgen-5<A.-reductase assay (Herkner et al. 1985) The tissue specimens were homogenized in a phosphate buffer )pH=6.8), 252 nM NADPH was added (Kaneyuki et al. 1959) , followed by incubation with increasing concentrations (8-208 nM) of tritiated for 1hr at 37 C. Separation of reaction products was obtained by thin layer chromatography (TLC), and radio gas chromatography (RGC) was used for control of the specific radioactivities of the reaction products (Herkner et al. 1985) . Calculation of the enzyme kinetic data was done by determination of the reaction velocities of processes forming the metabolites DHT, 5dL-androstane-3oU, 17ß-diol and 5cL-androstane-3ß,17ß-diol, respectively. Classification and quantitation of the enzyme was achieved by calculating the Km- From the practical point of view the unsolved questions certainly are of minor importance, as a non-response of the tissues to the androgens does not allow any other conclusion than to attribute all these variants of the "XY-females" to the female gender role, which includes the consequence of estrogen hormone substitution and possibly plastic surgery.
